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Expression of TNF-R and MCP-1 in different stages of type 2 diabetic
nephropathy and its clinical significance”
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Abstract:Objective To study expression of tumor necrosis factor receptor (TNFR) and monocyte che-
moattractant protein -1 (MCP-1) in different stages of type 2 diabetic nephropathy patients and their clinical
significance. Methods 95 patients with chronic renal failure type 2 diabetic nephropathy were selected as re-
search objects. According to staging criteria, those patients were divided into the no albuminuria (n=28) ,early
proteinuria (n=32)and the clinical proteinuria (7#=35) groups. 45 healthy persons in the same period were se-
lected as the control group. The peripheral venous blood of all subjects was collected,and ELISA method was
used to detect tumor necrosis factor receptor-1,tumor necrosis factor receptor -2 and urinary monocyte chemo-
tactic protein-1 level. Results Serum TNFR-1, TNFR-2 and MCP-1 levels in no albuminuria group.,the early
albuminuria group,the clinical albuminuria group were significantly higher than those in the control group,
and serum TNFR-1,TNFR-2 and MCP-1 levels in early albuminuria group were obviously higher than those in
no albuminuria group,serum TNFR-1, TNFR-2 and MCP-1 levels in clinical albuminuria group were obviously
higher than those in early albuminuria group,and the differences were statistically significant (P<C0. 05). Af-
ter treatment,serum TNFR-1,TNFR-2 and MCP-1 were significantly reduced in patients with no proteinuria,
early proteinuria,and clinical proteinuria,and the differences were statistically significant (P<Z0. 05). Conclu-
sion The levels of TNFR-1, TNFR-2 and MCP-1 in patients with type 2 diabetic nephropathy were signifi-
cantly higher in each stage.,and the levels increased the severity of the disease. The serum TNFR-1, TNFR-2
and MCP-1 levels can be used as an important indicator for the development of diabetic nephropathy.
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